A 64-year-old woman was admitted in November, 1996 for fluctuating blood pressure. There was multinodular goiter in her neck. High urine VMA and serum aldosterone were noted. Computed tomography showed an oval lesion in the left adrenal gland. Left adrenalectomy was performed and the pathology was proved to be adrenal cortical nodular hyperplasia. Fluctuating blood pressure and high urine VMA persisted after the operation.
Abstract.
A 64-year-old woman was admitted in November, 1996 for fluctuating blood pressure. There was multinodular goiter in her neck. High urine VMA and serum aldosterone were noted. Computed tomography showed an oval lesion in the left adrenal gland. Left adrenalectomy was performed and the pathology was proved to be adrenal cortical nodular hyperplasia. Fluctuating blood pressure and high urine VMA persisted after the operation. CT scan of the abdomen revealed a soft tissue mass in lower abdomen.
The patient was admitted again in September, 1997. Laboratory examinations showed normal serum aldosterone, normal plasma renin activity and high urine VMA. Aspiration cytology of the thyroid gland disclosed papillary thyroid carcinoma.
[1311]-metaiodobenzylguanidine image revealed a high uptake lesion in the right L-3 paravertebral area. Tumor excision and thyroidectomy were performed.
The pathology was reported as extraadrenal pheochromocytoma and papillary thyroid carcinoma.
Papillary thyroid carcinoma is rarely associated with pheochromocytoma. To our knowledge, this paper is the first report of a patient with extraadrenal pheochromocytoma associated with papillary thyroid carcinoma and adrenal cortical nodular hyperplasia. and fainting gradually worsened, and she was admitted in November, 1996 suspected of having a pheochromocytoma.
The patient weighed 56 kg and her height was 152 cm. During admission, her blood pressure fluctuated from 80/50 to 220/120 mmHg. The findings on physical examination were unremarkable except for multinodular enlargement of the thyroid.
Her family history was noncontributory.
The laboratory studies showed Hb 11.5 g/dL, fasting blood glucose 113 mg/dL, serum potassium 3.7 mmol/L, glutamic-oxalacetic transaminase (GOT) 44 IU / L, carcinoembryonic antigen (CEA) 3.3 ng/mL (normal range 0.2-5.0 ng/mL). The endocrinological examinations revealed serum levels of T3140 ng/dL (normal: 82-170 ng/dL), T4 10.5 µg/dL (normal: 4.5-12.5 ug/dL), TSH 0.53 ,uIU/mL (normal: 0.4-4.0 ,uIU/mL), PRL 8.5 ng/ mL (normal: 1.8-20 ng/mL), aldosterone 288 pg/ mL (supine reference range: 12-150 pg/mL), 0800 h cortisol 18.7,ug/dL (normal: 4.3-22.4,ug/dL), PTH 23.6 pg/mL (normal: 13-54 pg/mL), and calcitonin 26.6 pg/mL (normal: 23-71 pg/mL). The urine vanillylmandelic acid (VMA) was 18 mg/24 h (normal:
1.8-6.7 mg/24 h). The serum antithyroglobulin and antimicrosomal antibodies were both negative. Thyroid sonogram disclosed multinodular goiter with cystic change. A 3 cm oval hypodense lesion over the left adrenal gland was detected by computed tomography (CT) (Fig.  1A ) and the right adrenal gland was not enlarged. The patient received left adrenalectomy in December, 1996 . The specimen consisted of an adrenal gland weighing 9.7 g and measuring 6.0 x 3.0 x 1.5 cm in size. Grossly it was yellowish and soft with many small yellowish nodules at the surface (Fig. 1B) . The cross section showed two larger, yellowish, homogenous lesions in the center (Fig. 1C) . The various sized nodules measure from 0.1 cm to 1.3 cm in maximal diameter. The pathology was reported to be nodular cortical hyperplasia of the adrenal gland (Fig. 1D ). No spironolactone body was detected. Fluctuating blood pressure and high urine VMA persisted after the operation. CT scan of the abdomen revealed gall bladder stones and a 5 x 4 cm soft tissue mass with central hypodensity located in the low abdomen anterior to the inferior vena cava. The patient refused further management and was discharged with medication.
The patient was admitted again in September, 1997. periaortic tumor was 4.5 x 4.5 x 4 cm in size and 52 g in weight.
Grossly the specimen had a variegated appearance with yellow, grey and brown foci with areas of necrosis and hemorrhage. Microscopically the pheochromocytoma ( Fig. 2A ) was composed of nests of large cells separated by well-vascularized stroma with central infarction. Some of the cells had large bizarre hyperchromatic nuclei. Capsular invasion was seen but there was no evident tumor embolus. Immunohistochemistry chromogranin A stain was positive (Fig. 2B ) and that of ACTH was negative.
The specimen of the thyroid glands contained a 0.7 x 0.4 cm well-defined white nodular lesion in the right lobe and a 2.0 x 1.5 cm ill-defined white fibrotic nodule in the left lobe. [26] . Gordon [27] suggested that the simultaneous presence of pheochromocytoma and primary aldosteronism is probably a chance occurrence.
The coexistence of the two conditions may also be caused by a genetic predisposition to endocrine dysplasia, or an interaction between the contiguous medullary and cortical tissues.
In this case, adrenal cortical lesion was found incidentally in an attempt to treat pheochromocytoma.
In a summary of 208 patients with incidentally discovered adrenal masses, Kasperlikl-PAPILLARY CARCINOMA 39 Zeluska et al. [33] reported that adrenal incidentalomas are fairly common, the adrenal lesion may be bilateral or unilateral, and the size of the adrenal masses range between 0.8 and 21 cm. Epidemiological data from Italy [34] showed that the majority of patients with adrenal incidentalomas were in the 5th and 6th decades and females were predominantly affected. Most of the adrenal incidentaloma were nonhypersecretory masses, only 7 out of 786 (0.89%) of the masses were aldosteronomas [35] 
